Supplemental Figure legends
(B) There was a tendency to be significant when comparing the immobility time of FST between the two groups (WT: 61.7 ± 2.1 s; KO: 73.8 ± 5.8 s, P = 0.068), while Wip1 KO mice showed obviously increased immobility time of despaired behaviors in TST (WT: 129.7 ± 4.5 s; KO: 196.6 ± 12.7 s, P < 0.01).
(C) Wip1 KO mice showed shorter latency to be immobile in both FST (WT:
54.6 ± 6.5 s; KO: 32.1 ± 2.6 s, P < 0.01) and TST (WT: 55.7 ± 4.8 s; KO: 37.8 ± 2.3 s, P < 0.01) than wildtype mice did. n = 9 for each group. **: P < 0.01. 
Figure S3. CUMS evoked depression-like behaviors in adult wildtype mice
(A) When compared to the control group, CUMS-exposed mice consumed significantly less amount of sucrose in SPT (F (2, 24) = 8.3, P = 0.002, one-way ANOVA; CUMS-2 or 4 weeks vs the control group: both P < 0.05, Tukey's tests).
(B) Mice of CUMS-exposed groups spent more immobility time in FST and TST than the control group (FST: F (2, 24) = 46.2; TST: F (2, 24) = 34.1, both P < 0.0001; CUMS-2 or 4 weeks vs the control group: P < 0.05 or 0.01). n = 9 mice for each group. *: P < 0.05; **: P < 0.01. (B) One-way ANOVA revealed that fluoxetine treatment effectively prevented the suppressed expression of hippocampal Wip1 protein in CUMS-exposed wildtype mice (F (2, 15) = 20.6, P < 0.01; CUMS + fluoxetine vs CUMS + vehicle: P < 0.01). n = 6 samples for each group. Wip1 expression was normalized to β-actin. **: P < 0.01.
